A Contribution to Nephrotic Syndrome and Focal Glomerulosclerosis in a Patient with Adult Polycystic Kidney Disease
Histologic examination showed an average of 30 glomeruli/section; more than 50% of these revealed FGS (fig. 1) ; a marked tubu-lointerstitial fibrosis and flogosis with some cysts were also extensively observed ( fig. 2) . As usually reported in the literature about FGS, in our patient NS did not respond to steroid treatment at conventional doses; therefore, the drug was withdrawn. Metopro-lol, angiotensinconverting enzyme inhibitor and a lower-protein dietary intake were ad-'s* '»■ > i "' < * © 1993 S. KargerAG, Basel 0028-2766/93/ 0642-0318S2.75/0 ministered. Despite this treatment proteinuria did not decrease, renal function worsened progressively and dialysis was started 6 years later. In our patient proteinuria and histologic glomerular lesions seem to precede the loss of renal function due to kidney cysts, probably owing to a superimposed glomerulonephritis (idiophatic FGS), rather than to an adaptive hemodynamic response to the progressive ne-phron loss. However, we agree with the authors that both hypotheses must be considered.
